Post-traumatic leg ulcer M R Holbrook, M Doherty, R J Powell Case Report A 57 year old white lady received a dog bite to the medial aspect of her left calf, for which she did not seek medical attention. Over the next two weeks an ulcer formed at the site, which enlarged to 5 cm diameter and had a green sloughy base and bluish edge, surrounding erythema, and an offensive odour. At this juncture she presented to the accident and emergency department, from which she was admitted to the plastic surgery unit of another hospital.
Previous medical history revealed a weakly seropositive polyarthritis for the previous two years, but at the time of her admission to hospital her arthritis was quiescent on diclofenac 50 mg twice daily. She was also taking Prempak C 0-625 mg once a day. History and physical examination were otherwise unremarkable. The working diagnosis was that of an infected ulcer secondary to a dog bite and therefore intravenous augmentin was started.
After one week of antibiotic treatment the ulcer required debriding and skin grafting, after which the patient was allowed to return home. However, the graft became erythematous and broke down (figure), necessitating her readmission to hospital two months after the operation, by which time she had also developed hepatosplenomegaly, but no additional signs or symptoms. She restarted intravenous antibiotics and blood tests were performed. Full blood count showed mild anaemia with severe leucopenia, lymphopenia, and neutropenia (table). On the basis of her neutropenia, the patient was prescribed fluconazole 50 mg once daily, acyclovir 200 mg four times a day, and corsodyl mouthwash; her diclofenac was stopped on the advice of the haematologists. Bone marrow aspiration showed a reactive marrow with no signs of malignancy. Immunoglobulins were polyclonally increased, with no compact bands, and fluorescence activated cell sorter analysis of peripheral blood lymphocytes confirmed lymphopenia, but no abnormal cell populations. Inflammatory markers-erythrocyte sedimentation rate, C reactive protein, complements C3 and C3d, and urine neopterin-in addition to rheumatoid factor and antinuclear antibody (ANA) were all increased or positive (table) . Double stranded DNA antibodies were negative, as was the lupus anticoagulant.
At this point the patient was referred to the clinical immunology unit, where a provisional diagnosis of pyoderma gangrenosum was considered. She was given four pulses of weekly intravenous methylprednisolone 1 g and was started on both a decreasing course of prednisolone, initially 40 mg weekly, and methotrexate increasing to 15 mg weekly. Her ulcer started to heal and both her haematology tests and inflammatory markers rapidly improved to normal, apart from a mild lymphopenia (1 23 X 1 0/1). After six months, the ulcer had fully healed, and she has remained well with no additional signs or symptoms of systemic disease such as nodules or erosive changes on radiographs. Systemic lupus erythematosus, including drug induced SLE,8 has previously been described as being associated with pyoderma gangrenosum.9-13 However, many of these cases have been associated with the presence of lupus anticoagulant,9 13 which was not detected in our patient. In those patients reported in whom pulsed steroid treatment was instituted, there was a rapid resolution of the ulcers.' 1 12
Whatever the underlying cause, once underlying infection is excluded, high dose steroids are the usual mainstay of the treatment of pyoderma gangrenosum,'4 along with appropriate treatment for the underlying disease. A variety of other treatments have also been used, with particular benefit being gained from salazopyrine.'5 The prognosis is generally good with treatment, emphasising the need for accurate diagnosis, though the prognosis of the underlying disease must be considered.
The patient described serves to demonstrate the importance of considering the diagnosis of pyoderma gangrenosum in any ulcer, especially when there is a history of trauma, albeit minor, or presence of systemic disease. Skin biopsying can be helpful in making the diagnosis, and infection should be excluded. 4 Once the diagnosis is made, a careful search for underlying disease should be made and appropriate treatment instituted. In particular, aggressive debridement and skin grafting should be avoided in a condition which is often induced by trauma. '6 The lesson * Local presentations of systemic disease must always be considered. * If pyoderma gangrenosum is suspected, a careful search for an underlying disease must be made and local surgery avoided.
